Electrograms from the bundle of His were recorded in two patients with acute myocardial infarction during paroxysmal atrioventricular block induced by carotid sinus massage. From the viewpoint of the surface electrocardiogram this arrhythmia was considered as a form of Type II (Mobitz) Ulo:k, the onset of which was related to a decrease in atrial rate.
Electrograms from the bundle of His were recorded in two patients with acute myocardial infarction during paroxysmal atrioventricular block induced by carotid sinus massage. From the viewpoint of the surface electrocardiogram this arrhythmia was considered as a form of Type II (Mobitz) Ulo:k, the onset of which was related to a decrease in atrial rate.
In the first patient, the conduction disturbance appeared at the AH, and in the second patient at the HV, level. Paroxysmal atrioventricular block could be explained by assuming the existence of: (a) vagal effects at the atrioventricular node or upper His bundle (Case I) and at 'lower' His bundle (Case 2); or (b) phase 4 block related to diastolic depolarization in 'upper' (Case i) and 'lower' (Case 2) parts of the His bundle; or (c) vagal effects at the atrioventricular node (Case I) and phase 4 block due to diastolic depolarization within the bundle of His (Case 2).
Several recent publications have discussed the electrocardiographic characteristics of a conduction disturbance which in I933 was classified as paroxysmal atrioventricular block (Rosenbaum et Coumel et al., 197I) . The latter was considered to have been present when normal or practically normal atrioventricular conduction was suddenly and unexpectedly followed by total interruption of AV conduction (Rosenbaum et al., 1973) . Without further qualification, this description applies to Type II Mobitz AV block (Mobitz, I924 admitted because of an acute anteroseptal myocardial infarction. A pacemaker was introduced on the fifth day after infarction when she developed drugresistant sinus bradycardia. The latter altemated with paroxysms of supraventricular tachycardia. During sinus rhythm, the PR intervals and QRS complexes measured I40 msec and 8o msec, respectively (Fig. i) .
His bundle electrograms were recorded on the tenth post-infarction day, with the purpose of evaluating the arrhythmia and optimal drug therapy (Fig. 2) . The conducting intervals measured from the first two (sinus) beats had the following values, in msec (figures in parentheses indicate normal ranges in our laboratory (Castillo and Castellanos, I971) Fig. 2 the first non-conducted (fifth) P wave was preceded by AV intervals of constant value. On the other hand, the PP intervals showed a gradual prolongation: 520 msec, 540 msec, and 700 msec. Hence, the fifth P wave was blocked when the PP interval was prolonged to 700 msec. Thereafter a transient period of' complete' atrioventricular block occurred from the end of Fig. 2 to the last beat in Fig. 3 . During this period the PP intervals were still longer than control. His bundle recordings showed that the atrial (A) impulses (and of course the P waves) were not followed by H deflections. Hence, the block occurred between the atria and the site, within the His bundle, from which the H deflection was recorded.
During (Castellanos et al., I972) . In Fig. 3 , the third (wide) QRS complex was a ventricular extrasystole. Retrograde activation of the affected areas probably terminated the episode of paroxysmal atrioventricular block, since the fourth ventricular complex, preceded by a P wave of abnormal configuration, was conducted from the atria with a short PR interval (ectopic atrial rhythm ?). Finally, the last beat had the same atrioventricular conduction intervals and QRS configuration as the first two beats in Fig. 2 (which served as control).
To summarize, in this patient with narrow QRS complexes, paroxysmal atrioventricular block occurred when the rate was slowed by carotid sinus massage. The conduction defect occurred between the atria and the site from which the His bundle deflection was recorded. Spontaneous atrioventricular block was not seen in this case.
Case 2
The tracings depicted in Fig. 4 and 5 were obtained from a patient with recent myocardial infarction. The top strip in Fig. 4 (day i) shows acute inferior wall 'injury', possible incomplete left bundle-branch block, and abnormal left axis deviation probably caused by left anterior hemiblock. In the bottom strip (day 3), the inferior infarction had evolved and the initial r waves in leads II, III, and aVF had become smaller. The QRS complexes measured I IOmsec. His bundle electrograms were recorded on the fourth post-infarction day (Fig. 5) (Mobitz, I924) .
From the viewpoint of the surface electrocardiogram, the form of paroxysmal atrioventricular block occurring in the two patients described in the present report can be considered as a variant of type II (Mobitz) Fig. 77 of the textbook by Puech and Grolleau (I972)).
Case i resembled Case 4 of Rosen et al. (197I) in that the atrioventricular block (induced by carotid sinus massage) occurred at the 'AH level'. It should be stressed that, as mentioned by Puech and Grolleau (I972), Langendorf, Cohen, and Gozo (I972), and Narula (I973), block at the AH level need not always be located at the atrioventricular node, since the conduction defect can occur at the 'upper' His bundle, above the site from which the H deflection is recorded. Moreover, a 'split' H deflection might be present and the position of the catheter (in reference to the His bundle) can be such that only the distal deflection is recorded (Narula, I973).
That the atrioventricular block in which the nonconducted P wave is preceded by constant PR intervals almost invariably occurs below the node further supports an infra-atrioventricular nodal origin for Case i. Nevertheless, this assumption could not be proven, and based on the actual data Langendorf (1973) Puech and Grolleau (1972) have observed that carotid sinus massage prolongs the AH interval ( Fig. 67 and 76 ) in some cases and the HV interval in others (Fig. 77) .
On the other hand, it is also possible that, in our two cases the atrioventricular block (induced by sinoatrial slowing) was a 'phase 4 block' related to diastolic depolarization occurring in the 'upper' His bundle (Case I) 
